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Haemodynamic patterns in children with 
primary hypertension — preliminary brief report
Wzorce hemodynamiczne u dzieci z nadciśnieniem tętniczym pierwotnym  
— wstępne wyniki badań
Streszczenie
Wstęp Zakłada się, że początkowy okres nadciśnienia tętni-
czego pierwotnego (NTP) charakteryzuje się występowaniem 
krążenia hiperkinetycznego. Nie udowodniono jednak związ-
ku między wartościami ciśnienia tętniczego (począwszy od 
normotensji, aż do ciężkiego ambulatoryjnego nadciśnienia 
tętniczego) a zaburzeniami hemodynamicznymi u dzieci z NTP. 
Celem badania było scharakteryzowanie takich parametrów 
hemodynamicznych, jak wskaźnik sercowy (CI) i całkowity 
opór obwodowy (TPR) u dzieci z NTP w zależności od sta-
dium nadciśnienia tętniczego.
Materiał i  metody Do badania włączono 95 pacjentów 
(15,3 ± 2 lata; 27 dziewczynek) skierowanych z  powodu 
podwyższonych wartości ciśnienia tętniczego, u których wy-
kluczono wtórne przyczyny nadciśnienia tętniczego. Pręd-
kość fali tętna (PWV), CI i TPR były mierzone przy użyciu 
funkcji oscylometrycznej analizy fali tętna aparatu Vicor-
der. Klasyfikacja ciśnienia tętniczego była określana zgodnie 
z obecnymi wytycznymi na podstawie całodobowego ambu-
latoryjnego pomiaru ciśnienia tętniczego (ABPM).
Wyniki Pełnemu procesowi diagnostycznemu zostało 
poddanych 95 pacjentów z  podwyższonym ciśnieniem 
tętniczym. W  jego wyniku u  31 pacjentów stwierdzono 
normotensję, u 14 stan przednadciśnieniowy, u 7 ambula-
toryjne nadciśnienie tętnicze, u 43 ciężkie ambulatoryjne 
nadciśnienie tętnicze. Porównanie średnich wartości CI 
dla poszczególnych grup wykazało znaczący wzrost CI po-
wiązany z kategorią nadciśnienia tętniczego. Wzrostowi CI 
towarzyszył nieistotny statystycznie spadek TPR. Wartości 
CI korelowały ze średnim ciśnieniem tętniczym, częstością 
rytmu serca, szybkością fali tętna i ładunkiem ciśnienia skur-
czowego. Wartości TPR korelowały z  parametrami antro-
pometrycznymi, w tym ujemnie z obwodem talii, średnim 
ciśnieniem tętniczym i szybkością fali tętna. Analiza regresji 
krokowej nie wykazała predyktorów CI, natomiast dla TPR 
predyktorem okazał się obwód talii (Beta –0,310; p = 0,021).
Wnioski U dzieci z pierwotnym nadciśnieniem tętniczym 
stwierdzono zaburzenia hemodynamiczne o cechach krą-
żenia hiperkinetycznego narastające wraz ze wzrostem sta-
dium nadciśnienia tętniczego. Wzrostowi CI towarzyszył 
jednak jedynie statystycznie nieistotny spadek TPRI. Ten 
rodzaj zaburzeń hemodynamicznych tłumaczy mechanizm 
wzrostu ciśnienia tętniczego u dzieci z NTP. Otyłość trzew-
na wyrażona jako obwód talii ma znaczenie w mechani-
zmie rozwoju krążenia hiperkinetycznego. 
słowa kluczowe: nadciśnienie tętnicze pierwotne, dzieci, 
krążenie hiperkinetyczne
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Background
It is assumed that the initial phase of primary hy-
pertension (PH) is characterized by the presence of 
hyperkinetic circulation. Such view is based on the 
first descriptions of hemodynamic in hypertensive 
children published already in 60s and 70s of XX 
century. However, the relationship between blood 
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pressure (from normal blood pressure through prehy-
pertension, ambulatory hypertension to severe am-
bulatory hypertension) and haemodynamic patterns 
in children with PH was not described.
The objective of this study was to characterize the 
haemodynamic parameters such as cardiac index (CI) 
and a total peripheral resistance index (TPR) in child-
ren with PH depending on the stage of hypertension.
Materials and methods
The study was performed according to the Decla-
ration of Helsinki and with the approval of the Chil-
dren’s Memorial Health Institute Ethics Committee. 
All patients and parents gave consent to participate 
in the study. 
Ninety-five patients (age, 15.3 years, range, 13.3–
–17.3 years; 27 girls) with newly diagnosed PH were 
included in the study. The exclusion criteria were the 
following: the presence of any significant chronic di-
sease (except for PH) including diabetes mellitus and 
chronic kidney disease, any acute illness including 
infections in the 6 weeks preceding enrolment, and 
incomplete data. PH was diagnosed according to the 
Fourth Task Force Report and European Society of 
Hypertension paediatric guidelines and confirmed by 
24-hour ambulatory BP monitoring (ABPM) [1, 2].
ABPM measurements
All ABPM measurements were assessed oscillo-
metrically using SpaceLabs Monitor 90207, and the 
most appropriate cuff was applied on the non-do-
minant arm. Readings were taken every 20 minutes 
during daytime and every 30 minutes at night. Re-
cordings lasting ≥ 20 hours with ≥ 80% of readings 
were considered as valid and were included in the 
analysis. We used a recently published classification 
system based on ABPM to classify patients as having 
normal BP, prehypertension, ambulatory hyperten-
sion, and severe ambulatory hypertension [3, 4].
The night period was defined as 00: 00 hours to 
06: 00 hours, and the daytime period was defined as 
08: 00 hours to 20: 00 hours. 
Measurement of cardiac index, total peripheral 
resistance index and pulse wave velocity
CI and TPRI was assessed indirectly using Vi-
corder system (SMG Medical GMBH & Co. KG). 
The Vicorder system provides a simple and quick 
non-invasive, oscillometric method to obtain pul-
se wave velocity (PVW), central blood pressure, 
stroke volume, CI and TPR. TPR was expressed 
as peripheral resistance units (PRU) according to 
algorithm developed by producer of Vicorder de-
vice. Measurements were performed in the supine 
position after 5 minutes of rest using the Vicorder 
device according to the actual guidelines. A 100-mm 
wide BP cuff was placed around the right upper thi-
gh to measure the femoral pulse wave and a 30-mm 
plethysmographic partial inflatable sensor was pla-
ced over the carotid region, able to pick up the 
carotid pulse wave. Both cuffs are automatically 
inflated to 65mmHg and the corresponding oscil-
lometric signal from each cuff is digitally analysed 
using the latest patented technique to accurately 
extract, in real time, the pulse time delay and the 
consequent Pulse Wave Velocity [5, 6].
Measurement of central blood pressure  
 (pulse wave analysis)
The Vicorder device analyses the waveform of ra-
dial artery pulse and then using transfer function 
calculates the aortic waveform. Prior to the measure-
ment it was necessary to enter the individual features 
and the value of blood pressure measured imme-
diately before or at the time of PWV measurement 
at the brachial artery of contralateral arm. System 
calculates and presents approximated waveform of 
the aortic valve. Several parameters are calculated 
including aortic blood pressure (AoBP), augmenta-
tion pressure (Aug Press), augmentation index (Aug 
Index), cardiac output (CO) and total peripheral 
resistance index (TPRI) [7–9].
Body surface area calculation
Body surface area (BSA) calculated was calculated 
using Haycock formula [10]: 




The anthropometrical indices, IMT, WCSA, 
LVMI, BP and PWV values were expressed as absolute 
values and SDS values. The homogeneity of variance 
was checked with the Shapiro-Wilk test. Continuous 
variables with a normal distribution were compared 
using the Student t test for independent variables. 
Continuous values with abnormal distribution were 
compared using the Wilcoxon test. Variables with nor-
mal distribution were presented as mean and SD valu-
es, whereas variables with abnormal distribution were 
presented as median and range values between the 
5th and 95th percentiles. The correlation analysis was 
performed using Spearman test for abnormal distribu-
tion. Variables with significant correlation including 
changes in anthropometrical parameters and changes 
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Table I. Characteristic of patients group 
Tabela I. Charakterystyka grupy pacjentów 
Age (years)  15.3 ± 2.0
Height [cm]  170.3 ± 11.1
Weight [kg]    73.3 ± 15.5
BMI [kg/m2]  25.1 ± 3.8
BMI-sds    1.24 ± 0.80
Waist circumference [cm]    81.7 ± 10.3
Waist circumference-sds    1.20 ± 0.87
Classification of hyperten-
sion based on ABPM
Normal blood pressure/white coat 
hypertension — 31
Prehypertension — 14
Ambulatory blood pressure — 7
Severe ambulatory blood pressure 
— 43
ABPM SBP [mmHg] 129 ± 9
ABPM DBP [mmHg]   73 ± 7
ABPM MAP [mmHg]   92 ± 6
ABPM HR     77 ± 11
cIMT [mm]     0.47 ± 0.04
cIMT-sds     1.66 ± 0.92
LVMi [g/m2, 7]   35 ± 8
LVMi centiles 0–10 cc — 1
10–25 cc — 5
25–50 cc — 6
50–75 cc — 16
75–90 cc — 21
90–95 cc — 6
95–100 cc — 23
PWV [m/s]    5.6 ± 0.6
PWV-sds    1.43 ± 1.40
Aug Press [mm Hg]    4 ± 3
Aug Index (%)    8 ± 5
CO [l/min]    6.01 ± 1.72
CI [l/min/m2]    3.29 ± 1.05
Cholesterol [mg/dl]  160 ± 32
TTG [mg/dl]  101 ± 42
HDL [mg/dl]    50 ± 10
LDL [mg/dl]    90 ± 27
Uric acid [mg/dl]    5.7 ± 1.4
Fasting glucose [mg/dl]   89 ± 6
SDS — standard deviation score; BMI — body mass index; ABPM — ambulatory blood 
pressure monitoring; cIMT — carotid intima-media thickness; LVMi — left ventricular mass 
index; PWV — pulse wave velocity; Aug Press — augmentation pressure; Aug Index — aug-
mentation index; CO — cardiac output; CI — cardiac index; TPR — total peripheral resistance; 
MAP — mean arterial pressure; SBP load — systolic blood pressure load; HR — heart rate
a hyperkinetic circulation, the mechanisms of initia-
tion and development of cardiovascular disease and 
the haemodynamic characteristics of its early phases, 
remain controversial. There are two major hypothe-
in BP and metabolic parameters were then included 
in the step-wise multiple regression analysis. P values 
< 0.05 were considered statistically significant, and 
values between 0.05 and 0.1 were considered as de-
monstrating trend toward significance. 
Results
Demographic, anthropometric and clinical cha-
racteristics of all patients are given in table I. Of 95 
patients, 31 (33%) had normal blood pressure/white 
coat hypertension, 14 (15%) ambulatory prehyper-
tension, 7 (7%) ambulatory hypertension and 43 
(45%) severe ambulatory hypertension. Compari-
son of the mean values of CI from normotension, 
through prehypertension, ambulatory hypertension 
to severe ambulatory hypertension showed signifi-
cant increase in CI (p = 0.01) (table II). In group 
of children with normal blood pressure mean CI 
was 2.71 ± 0.56 l/min/m2, in children with prehy-
pertension 3.42 ± 0.97 l/min/m2, in children with 
ambulatory blood pressure 3.34 ± 1.65 l/min/m2 
and in those with severe ambulatory blood pressure 
3.5 ± 1.06 l/min/m2. 
CI increase was accompanied by a non-significant 
decrease in TPR (p = 0.07) (table II). In group of children 
with normal blood pressure TPR was 1.06 ± 0.23 PRU, 
with prehypertension 0.98 ± 0.24 PRU, with ambula-
tory blood pressure 0.97 ± 0.22 PRU and with severe 
ambulatory blood pressure 0.92 ± 0.24 PRU.
Mean CI values correlated with 24-hour mean 
arterial pressure, 24-hour heart rate, PWV-SDS and 
systolic blood pressure load (table III).
Mean TPR values correlated with anthropometri-
cal parameters (table IV), including negative corre-
lation with waist circumference, pulse wave velocity, 
24 hour heart rate and positive with 24-hour mean 
arterial pressure.
Stepwise regression analysis showed no predictors 
for CI, but for TPR the predictor was waist circum-
ference (Beta –0.310; p = 0.021).
Discussion
The main finding of our study is the significant 
increase in CI and tendency to lower TPR in patients 
with higher BP compared to patients with normal 
or only slightly elevated BP, what may indicate on 
the hyperkinetic mechanism in the early phases of 
cardiovascular disease in children with newly dia-
gnosed PH. Although a lot of studies suggested that 
the early phases of hypertension are characterized by 
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Table II. Anthropometrical and haemodynamic data compared with the category of hypertension 
Tabela II. Dane antropometryczne i hemodynamiczne w grupach pacjentów określonych na podstawie wartości ciśnienia 
tętniczego
Normal blood pressure/white 




pressure (n = 7)
Severe ambulatory blood 
pressure (n = 43) p 
Mean Mean Mean Mean
Age (years) 15.5 ± 1.7 13.7 ± 2.9 15.3 ± 1.7 14.7 ± 2.8
BMI-sds 1.4* ± 0.6 0.5* ± 1.0 1.9* ± 0.5 1.2* ± 0.7 < 0.05
Waist circumference –sds   1.4 ± 0.7 0.6* ± 0.8 2.0* ± 0.6   1.1 ± 0.8 0.009
CI [l/min/m2] 2.71* ± 0.56    3.42 ± 0.97   3.34 ± 1.65   3.5* ± 1.06 0.01 
TPR [PRU] 1.06* ± 0.23    0.98 ± 0.24   0.97 ± 0.22 0.92* ± 0.24 0.07 
Stroke volume [ml] 75* ± 19   78 ± 16   77 ± 19 90* ± 21 0.01
Heart rate 24h   64 ± 12   67 ± 10   71 ± 20   67 ± 10 n.s.
Table III. Correlation between CI and other haemodynamic 
parameters (only significant correlations shown) 
Tabela III. Korelacje między wskaźnikiem sercowym (CI)  
a innymi parametrami hemodynamicznymi (ujęto wyłącznie 
korelacje istotne statystycznie)
CI vs.
ABPM MAP 24h p = 0.0004 r = 0.324
HR 24h p = 0.001 r = 0.373
PWV-sds p = 0.001 r = 0.306
SBP load p = 0.005 r = 0.520
ses, that explain the initial phase of hypertension as 
a kind of hyperkinetic disease, characterized by an in-
creased peripheral resistance or cardiac output [11]. 
The first hypothesis suggests that the peripheral re-
sistance increases gradually with age during develop-
ment of hypertension. The second hypothesis indi-
cates that after an early period of hyperkinetic phase 
characterized by increased cardiac output, a secon-
dary phase with increase in peripheral resistance de-
velops. The mechanism of haemodynamic transition 
is explained by the structural and functional changes 
in cardiovascular system leading to decrease of car-
diac output, whereas vascular resistance is caused 
by vascular remodelling and changes in arteries wall 
properties. In some studies where patients with “ear-
ly” ,”mild” or “borderline” hypertension were evalu-
ated, an increased cardiac output has been reported 
[12–15]. However, other studies could not confirm 
this observations or have reported a decreased cardiac 
output in young patients with borderline hyperten-
sion [16–18]. Some observations also suggest, that 
in borderline hypertension, an initial high cardiac 
output decreases and peripheral resistance increases 
over years and thus, some borderline hypertensive 
patients develop sustained hypertension [19]. 
Due to cross-sectional character of our study we 
could present only preliminary results with no ob-
servation of changes of CI and TPR over time. Ho-
wever in some other prospective studies conducted 
in a hyperkinetic hypertensive patients observed over 
20 years, it was found, that although young hyper-
tensive patients had higher cardiac output at the 
beginning of the disease, after 20 years of follow-up, 
the elevated blood pressures shifted from the hy-
perkinetic profile to the phase characterized by low 
cardiac output and elevated total peripheral resistan-
ce [20]. The same transition from cardiac related to 
vascular related hypertension has been observed in 
other clinical studies [19, 21–25].
Although during decades, a lot of investigators 
have studied the changes in cardiac output according 
to blood pressure status, data regarding this pheno-
menon in children are rare and inconclusive. In our 
study we found significant increase in CI and SV 
in patients with higher BP, however in some studies 
performed in young hypertensive or normotensive 
subjects, the correlation between cardiac output and 
BP was not confirmed [26, 27]. It may be due to the 
Table IV. Correlations between TPRI and other variables 
(only significant correlations shown) 
Tabela IV. Korelacje między wartościami całkowitego opo-
ru obwodowego (TPR) a innymi parametrami hemodyna-
micznymi i antropometrycznymi (ujęto wyłącznie korelacje 
istotne statystycznie)
TPR vs.
BMI-sds p = 0.003 r = 0.250
Waist circumference -sds p = 0.021 r = –0.2855
ABPM MAP 24h p = 0.023 r = 0.236
HR 24h p = 0.0001 r = –0.414
PWV-sds p = 0.0001 r = –0.369
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fact, that most of the studies evaluated early stages 
of hypertension with borderline, prehypertensive or 
white coat hypertension subjects, characterized by 
mildly elevated blood pressure, that often do not 
show a chronic progression to more advanced car-
diovascular disease. On the other hand, although 
our patients also presented the early phases of car-
diovascular disease, the increased CI related to BP 
status, confirmed the hyperkinetic mechanism in the 
development of cardiovascular disease in children.
Although faster heart rate has to be the hall-
mark of the hyperkinetic state and sympathetic 
nervous system overactivity might contribute pri-
mary hypertension, in our study we did not find 
any differences in HR in patients with different 
BP status [23, 28, 29]. However we found a cor-
relation between HR and CI. Moreover, in our 
previous study, we found significant increase in 
HR in hypertensive children compared with con-
trols [30, 31]. Also in other studies, children with 
elevated BP were characterized by higher HR 
and cardiac output, but normal TPR [32, 33]. 
What is also interesting, in the present study, 
CI correlated with PWV, which may indicate that 
also in the early stages of hyperkinetic hypertension, 
the initial phase of arterial stiffness can be observed.
Hyperkinetic circulation at the early stages of PH 
and of cardiovascular disease has been reported to be 
associated not only with the adrenergic activation, 
but also with the metabolic risk factors related to di-
sturbed body composition and fat tissue distribution 
[34]. It was shown, that the hyperkinetic circulation 
in the adult population is associated with increased 
levels of fasting and postglucose insulin, triglycerides 
and body fatness [35]. According to these findings, 
some authors postulated that hyperkinetic circula-
tion related to insulin or other metabolic disturban-
ces can be the early feature of the metabolic syndro-
me. A number of studies have shown that metabolic 
abnormalities, especially related to insulin resistance, 
can increase cardiac output, cardiac contractility and 
heart rate [36–39]. In our study we did not find any 
correlation between CI or TPR and metabolic risk 
factors, but we found a positive correlation between 
TPR and BMI and negative with WC. It is confir-
med by other studies, which indicate that in hyper-
tensive individuals with a hyperkinetic status, high 
cardiac output, low peripheral resistance, and rapid 
heart rate is related to obesity and adiposity [40–42].
Limitations and srenghts of the study
The limitations of the study include a cross-sec-
tional character of the study, what makes unfeasible 
to observe any changes in CI and TPRI over time. 
Although the preliminary results of the current 
study allowed us to characterize haemodynamic me-
chanism of the early phases of cardiovascular disease in 
children, however this approach did not allow us to as-
sess the relationship between haemodynamic markers 
of essential hypertension and target organ damage.
A strength of our study was the large number 
of young participants at the early stage of disease, 
that helped us to assess the pathomechanism of the 
development of cardiovascular disease in paediatric 
population. Moreover, different BP status in our 
patients, from normotension, through prehyperten-
sion to severe ambulatory hypertension, enabled to 
compare commonly used haemodynamic parameters 
with different BP status. 
Conclusions
In conclusion, our results indicated on the diffe-
rences in cardiac output between patients with dif-
ferent stages of hypertension and supported the pre-
sence of a hyperkinetic circulation in the early phases 
of primary hypertension in children and adolescents.
 
Summary
Background It is assumed that the initial phase of 
primary hypertension (PH) is characterized by the 
presence of hyperkinetic circulation. However, the 
relationship between blood pressure status (from 
normal blood pressure to severe ambulatory hyper-
tension) and haemodynamic patterns in children 
with PH were not described.
The objective of this study was to characterize the 
haemodynamic parameters such as cardiac index 
(CI) and a total peripheral resistance index (TPR) 
in children with PH depending on the stage of hy-
pertension.
Materials and methods The study included 95 patients 
(15.3 ± 2.0 years; 27 girls) referred due to the elevated 
blood pressure, in whom secondary hypertension was 
excluded. Pulse wave velocity (PWV), CI and TPRI 
were assessed indirectly using Vicorder device. PH was 
diagnosed according to the European Society of Hyper-
tension paediatric guidelines and confirmed by 24-hour 
ambulatory BP monitoring (ABPM).
Results Of 95 patients, 31 had normal blood pressu-
re, 14 prehypertension, 7 ambulatory hypertension 
and 43 severe ambulatory hypertension. Comparison 
of the mean values of cardiac index (CI) for each 
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group showed significant increase in CI linked to the 
category of hypertension. CI increase was accompa-
nied by a non-significant decrease of TPR. Mean CI 
values correlated with 24-hour mean arterial pressu-
re, 24-hour heart rate, PWV-SDS and systolic blood 
pressure load. Mean TPR values correlated with an-
thropometrical parameters, including negative corre-
lation with waist circumference and positive with 24-
hour mean arterial pressure and negative with pulse 
wave velocity. Stepwise regression analysis showed no 
predictors for CI, but for TPR the only predictor was 
waist circumference
Conclusions Children with PH are characterized 
by haemodynamic patterns typical of hyperkinetic 
circulation increasing with increasing stage of hyper-
tension. Non-significant decrease in TPR in children 
with increased CI explains haemodynamic basis of 
elevation of blood pressure. Visceral Obesity expres-
sed as a waist circumference seems to play role in 
the mechanism of the development of hyperkinetic 
circulation
key words: primary hypertension, children,  
hyperkinetic circulation
Arterial Hypertension 2014, vol. 18, no 4, pages: 204–210
References
1. National High Blood Pressure Education Program Working 
Group on High Blood Pressure in Children and Adolescents. 
The fourth report on diagnosis, evaluation and treatment of 
high blood pressure in children and adolescents. Pediatrics 
2004; 114: 555–576.
2. Lurbe E., Cifkova R., Cruickshankd J.K. et al. Management 
of high blood pressure in children and adolescents: recommen-
dations of the European Society of Hypertension. J. Hypertens. 
2009; 27: 1719–1742.
3. Urbina E., Alpert B., Flynn J. et al. American Heart Asso-
ciation Atherosclerosis, Hypertension, and Obesity in Youth 
Committee. Ambulatory blood pressure monitoring in children 
and adolescents: recommendations for standard assessment: 
a scientific statement from the American Heart Association 
Atherosclerosis, Hypertension, and Obesity in Youth Com-
mittee of the council on cardiovascular disease in the young 
and the council for high blood pressure research. Hypertension 
2008; 52: 433–451.
4. Flynn J.T., Daniels S.R., Hayman L.L. et al. American He-
art Association Atherosclerosis, Hypertension and Obesity in 
Youth Committee of the Council on Cardiovascular Disease in 
the Young. Update: ambulatory blood pressure monitoring in 
children and adolescents: a scientific statement from the Ame-
rican Heart Association. Hypertension 2014; 63: 1116–1135.
5. Müller J., Oberhoffer R., Barta C., Hulpke-Wette M., 
Hager A. Oscillometric carotid to femoral pulse wave velocity 
estimated with the Vicorder device. J. Clin. Hypertens. 2013; 
15: 176–179.
6. Laurent S, Cockcroft J, Van Bortel L. Expert consensus do-
cument on arterial stiffness: methodological issues and clinical 
applications. Eur. Heart J. 2006; 27: 2588-2605.
7. Puccia G, Cheriyana J, Hubscha A et al. Evaluation of the 
Vicorder, a novel cuff-based device for the noninvasive estima-
tion of central blood pressure. J. Hypertes. 2013; 31: 77–85.
8. Siebert J., Molisz A. Central aortic pressure — peripheral arte-
rial tonometry. Forum Medycyny Rodzinnej 2010; 4: 141–148.
9. Kracht D., Shroff R., Baig S. et al. Validating a new oscil-
lometric device for aortic pulse wave velocity measurements 
in children and adolescents. Am. J. Hypertens. 2011; 24: 
1294–1299.
10. Haycock G.B., Schwartz G.J., Wisotsky D.H. Geometric 
method for measuring body surface area: a height-weight 
formula validated in infants, children, and adults. J. Pediatr. 
1978; 93: 62–66.
11. Folkow B. Physiological aspects of primary hypertension. 
Physiol. Rev. 1982; 62: 347–504.
12. Widimsky J., Fejfarova M.H., Fejfar Z. Changes of cardiac 
output in hypertensive disease. Cardiologia 1957; 31: 381–389.
13. Eich R.H., Peters R.J., Guddy R.P., Smulyan H., Lyons 
R.H. Hemodynamics in labile hypertension. Am. Heart. J. 
1962; 63: 188–195.
14. Lund-Johansen P. Hemodynamics in early essential hyper-
tension. Acta. Med. Scand. 1967; 183: 1–101.
15. Julius S., Conway J. Hemodynamic studies in patients with 
borderline pressure elevation. Circulation 1968; 38: 282–288.
16. De Leeuw P.W., Kho T.L., Birkenhager W.H. Hemodynamic 
and endocrinologic data in early essential hypertension. In: 
Onesti G., Kim K.E. (ed.). Hypertension in the Young and the 
Old. Grune & Stratton, New York 1981: 57–62.
17. Goldring D., Hernandez A., Choi S. et al. Blood pressure 
in a high school population: II. Clinical profile of the juvenile 
hypertensive. J. Pediatr. 1979; 95: 298–304.
18. Hofman A., Roelandt J., Boomsma F., Schalekamp 
M.A.D.H., Valkenburg H.A. Haemodynamics, plasma norad-
renaline and plasma renin in hypertensive and normotensive 
teenagers. Clin. Sci. 1981; 61: 169–174.
19. Lund-Johansen P. Hemodynamic patterns in the natural 
history of borderline hypertension. J. Cardiovasc. Pharmacol. 
1986; 8: 8–14.
20. Lund-Johansen P. Essential hypertension: hemodynamic and 
therapeutic changes over 20 years. J. Cardiovasc. Pharmacol. 
1991; 18: 1–7.
21. van Hooft I.M., Grobbee D.E., Waal-Manning H.J., Ho-
fman A. Hemodynamic Characteristics of the Early Phase of 
Primary Hypertension. The Dutch Hypertension and Offspring 
Study. Circulation 1993; 87: 1100–1106.
22. Andersson O.K., Beckman-Suurküla M., Sannerstedt R., 
Magnusson M., Sivertsson R. Does hyperkinetic circulation 
constitute a pre-hypertensive stage? A 5-year follow-up of ha-
emodynamics in young men with mild blood pressure elevation. 
J. Intern. Med. 1989; 226: 401–408.
23. Julius S. Transition from high cardiac output to elevated 
vascular resistance in hypertension. Am. Heart J. 1988; 116: 
600–606.
24. Eich R.H., Cuddy R.P., Smulyan H., Lyons R.H. Hemo-
dynamics in labile hypertension: a follow-up study. Circulation 
1966; 34: 299–307.
25. Safar M.E., Weiss Y.A., Levenson J.A., London G.M., 
Millie P.L. Hemodynamic study of 85 patients with borderline 
hypertension. Am. J. Cardiol. 1973; 31: 315–319.
26. Hofman A., Ellison R.C., Newburger J., Miettinen O.S. 
Blood pressure and haemodynamics in teenagers. Br. Heart J. 
1982; 48: 377–380.
nadciśnienie tętnicze rok 2014, tom 18, nr 4
210 www.nt.viamedica.pl
27. Fouad F.M., Tarazi R.C., Dustan H.P., Bravo E.L. Hemody-
namics of essential hypertension in young subjects. Am. Heart 
J. 1978; 96: 646–654.
28. Julius S., Schork N., Schork A. Sympathetic hyperactivity 
in early stages of hypertension: the Ann Arbor data set. J. Car-
diovasc. Pharmacol. 1988; 12: 121–129.
29. Lund-Johansen P. Hemodynamic alterations in early es-
sential hypertension: recent advances. In: Gross F. (ed.). Mild 
Hypertension: Recent Advances. Raven Press Publishers, New 
York 1983: 237–249.
30. Feber J., Ruzicka M., Geier P., Litwin M. Autonomic 
nervous system dysregulation in pediatric hypertension. Curr. 
Hypertens. Rep. 2014; 16: 426.
31. Litwin M., Sladowska J., Antoniewicz J. et al. Metabolic 
abnormalities, insulin resistance, and metabolic syndrome in 
children with primary hypertension. Am. J. Hypertens. 2007; 
20: 875–882.
32. Chirico D., Wade T.J., Cairney J., Klentrou P., O’Leary 
D.D. Evidence of a hyperkinetic state in children with elevated 
blood pressure. Ann. Hum. Biol. 2014; 26: 1–7.
33. Sorof J.M., Poffenbarger T., Franco K., Bernard L., Portman 
R.J. Isolated systolic hypertension, obesity, and hyperkinetic 
hemodynamic states in children. J. Pediatr. 2002; 140: 660–666.
34. Davis J.T., Rao F., Naqshbandi D. Autonomic and hemo-
dynamic origins of pre-hypertension: central role of heredity. 
J. Am. Coll. Cardiol. 2012; 12: 2206–2216.
35. Stern M.P., Morales P.A., Haffner S.M., Valdez R.A. Hy-
perdynamic circulation and the insulin resistance syndrome. 
Hypertension 1992; 20: 802–808.
36. Liang C.-S., Doherty J.U., Faillace R. et al. Insulin infusion 
in conscious dogs: effects on systematic and coronary hemo-
dynamics, regional blood flows, and plasma catecholamines. 
J. Clin. Invest. 1982; 69: 1321–1336.
37. Lee J.C., Downing S.E. Effects of insulin on cardiac muscle 
contraction and responsiveness to norepinephrine. Am. J. Phy-
siol. 1976; 230: 1360–1365.
38. Mogensen C.E., Christensen N.J., Gundersen H.J.G. The 
acute effect of insulin on heart rate, blood pressure, plasma no-
radrenaline and urinary albumin excretion: the role of changes 
in blood glucose. Diabetologia 1980; 18: 453–457. 
39. Natali A., Buzzigoli G., Taddei S. et al. Effects of insulin on 
hemodynamics and metabolism in human forearm. Diabetes 
1990; 39: 490–500. 
40. Jiang X., Srinivasan S.R., Urbina E., Berenson G.S. Hyperdyna-
mic circulation and cardiovascular risk in children and adolescents. 
The Bogalusa Heart Study. Circulation 1995; 91: 1101–1106.
41. Weidmann P., de Courten M., Boehlen L., Shaw S. The 
pathogenesis of hypertension in obese subjects. Drugs 1993; 
46: 197–208.
42. Messerli F.H., Ventura H.O., Reisin E. et al. Borderline hy-
pertension and obesity: two prehypertensive states with elevated 
cardiac output. Circulation 1982; 66: 55–60.
